SUMMARY Clinical improvement in epilepsy following temporal lobectomy is more often obtained when an abnormality is found on subsequent histological examination. Pre-operative MRI demonstrated an abnormal signal in the temporal lobe of a patient with pathologically proven mesial temporal sclerosis with microvascular anomaly. MRI took the form of an unpleasant sensation of tenseness in her stomach, associated with a stare. If these feelings lasted longer than 30 seconds they then developed into a grand mal seizure. There was no obvious relationship to menstrual cycle, no history of birth trauma or hypoxia, meningitis or head injury and no family history of epilepsy. Despite numerous alterations in her drug regimen over the years, minor seizures occurred 4-5 times per day and became generalised several times per week. Carbamazepine and phenobarbitone levels had been closely monitored and were within the range considered to be therapeutic.
an abnormality in the medial aspect of the right temporal lobe on the SE1500/168 images (fig lb) . Tl and T2 measurements in the abnormal region of the right temporal lobe were 13% and 14% higher, respectively, than a comparable area in the opposite, normal, temporal lobe. A standard temporal lobectomy was performed, with excision of the hippocampus and amygdala and disconnection of the fimbria. Since operation, the patient continued-her previous medication but has remained free from seizures for 6 months.
Macroscopically, an area in the excised hippocampus (approx. 4 mm3) appeared abnormally white, and on microscopy there was complete loss of neurons in Sommer's sector, with hippocampal atrophy. Lymphocytes and corpora amylacea were seen surrounding medium and small deep cortical blood vessels over an area of 5 mm3 within the white matter. These findings were compatible with a vascular abnormality in the white matter of the uncus (fig 2a) with secondary hypoxic damage to the hippocampus (2b Ammon's horn).
Review of cases Including this case, we have now studied a total of 12 patients with intractable focal epilepsy, who were being assessed for possible temporal lobectomy. Abnormalities were seen in seven including the above case. In three of these patients a focal abnormality in one temporal lobe, consistent with mesial temporal sclerosis was demonstrated on MRI. The abnormality was best seen on a SE 1500/120 sequence in two cases and on the SE1 500/168 sequence in the third patient. Two of these patients had temporal lobectomy and subsequent histological studies confirmed the diagnosis. These abnormalities have not been observed in any of the 68 normal volunteers we have imaged nor in patients imaged for other pathology outwith this area. The MRI scans of the other patients demonstrated a left temporo-parietal tumour in one, a large previously unrecognised left subdural haematoma in a second, and showed right sylvian and occipital infarcts in the third. The MRI of a patient with multifocal seizures demonstrated generalised cortical atrophy and cortical biopsy showed histological changes suggestive of cortical dysplasia. The remaining five patients had a normal MRI and operation, so far, has not been carried out. 
Discussion
Mesial temporal sclerosis is the most frequent cerebral abnormality found at necropsy in chronic epileptic patients, and occurs as a result of hypoxic damage sustained either at birth or during febrile convulsions in infancy. Swelling of the astrocytes in the pyramidal layer cells of the hippocampus, occurs early in the course of temporal lobe epilepsy and eventually develops into scarring which affects the medial temporal grey matter of the uncus, amygdaloid nucleus and hippocampus.6 If such changes are seen when the temporal lobe is histologically examined and if the affected area appears to have been completely resected there is a good chance that the patient will be subsequently free from seizures. 
